NOTES assay of Keilin and Hartree (Biochem. J. (London), 42, 230, 1948) was used to measure initial and residual sugar in the carbon balance studies. Total carbon was determined by the wet carbon oxidation method (Van Slyke et al., J. Biol. Chem., 191, 299, 1951), and carbon assimilation into polysaccharide and cellular material was estimated from wet carbon oxidation of the culture samples after dialysis.
hr. The pH dropped to approximately 6 before rapid multiplication occurred and, when the organism was inoculated into the medium previously adjusted to pH 6.0, the lag was decreased to 30 hr. Increased inoculum size up to 5 per cent of the culture volume decreased the length of the lag; with a 5 per cent inoculum, the lag was shortened to 20 hr, but it could not be shortened further.
When A. indicum was grown under these conditions, the acidity of the culture regularly increased until a pH of 3.5 to 4 was reached. The increase was caused by production of small amounts (2 to 3 per cent) of acetic acid. In addition, the results indicated that a large proportion of the sugar Med., 50, 281-285 1942) . In previous studies we suggested that high metabolic activity leads to an increase in resistance to chloramphenicol (Wilson and Ramsey, J. Bacteriol., 69, 672-676, 1955; J. Bacteriol., 70, 709-710, 1955 therapy, 4, 537-545, 1954) . Stock cultures were maintained on A.C. agar (Difco). Cells for inoculum were grown for 20 hr at 37 C in A.C. broth, washed twice in saline, resuspended and diluted so that each tube of a test series received an inoculum of approximately 250 cells. The cultures were incubated at temperatures ranging from 25 to 42 C, and turbidity measurements were made at regular time intervals after inoculation. From the results obtained, it is readily apparent that the optimum temperature for growth of both strains in the presence and in the absence of chloramphenicol is 37 C (table 1) . [vol.. 73 Deviation from this temperature results in an increase in time required for growth to develop.
The inhibitory effect appears to be most marked at elevated temperatures but, in all instances, the inhibitory activity of unfavorable temperature and chloramphenicol appear to be additive. In no instance has it been observed that deviation from the optimum of 37 C has resulted in an increased resistance to the antibiotic. These results support our earlier conclusions that, with a bacteriostatic agent such as chloramphenicol, resistance is greatest under conditions which favor optimal metabolic activity.
